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Some medical facts arc so commonplace as to be
mentioned only casually in specialty textbooks.
Often the significance of such facts is not recog-
nized by modern investigators coming from other
disciplines. This seems to be particularly true for
dermatological facts because students in other
special fields often neglect the rich lore of derma-
tologic literature. One good instance is the original
example of "carcinoma-in-situ" known for many
years as Bowen's dematosis, hut rarely mentioned
by investigators of similar phenomena in the
womb and other organs. Similarly, there is one
particular feature of Bowen's disease and other
types of prc-invasive malignant changes of the
epidermis, known to every dermatopathologist
since Unna's time (1), but rarely mentioned in
modern cancer research, which might become a
valuable investigative tool. That frequently ob-
served but little noted feature is the peculiar in-
flammatory infiltrate which all textbooks describe
as a regular occurrence below the epidermis of
actinic (senile) keratosis, Bowen's dermatosis,
and Paget's disease.
The inflammatory infiltrate that is commonly
found around invasive cancers of the skin (1, 2)
and other organs recently has been mentioned as
evidence of host response and among the factors
indicating immunologic response to cancer (4—7).
Its degree (8) and composition (9) have been said
to be of prognostic significance. Actually, the fac-
tors that cause it are difficult to analyze. They
may well involve antigenic properties of cancerous
cells, but one can not rule out upset tissue balance,
tissue destruction, non-antigenic products of
necrosis of cancer cells and preformed tissue ele-
ments and possibly other factors. Most of these
factors are eliminated when we deal with nonin-
vasive epithelial changes of the type that is con-
sidered carcinoma-in-situ or prccancerosis oo the
basis of morphologic changes and statistical evi-
dence (10).
It seemed worthwhile to analyze a representative
number of cases in a semiquantitativc manner.
One hundred two cases of keratosis senilis as de-
fined previously (11) were investigated. Of these,
29 showed histologic evidence of early invasive
malignancy. Ninety-seven cases of Bowen's pre-
cancerous dermatosis were examined for compari-
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son. The specimens were taken consecutively from
the files of the diagnostic laboratory. There was
no selection except for two criteria: undoubted
histologic diagnosis and adequate material for
evaluation. The sections were stained with hema-
toxylin-cosin and acid orccin-Giemsa technics.
The inflammatory infiltrate was analyzed for the
presence of lymphocytes, plasma cells, eosinophils,
and polymorphonuclear leukocytes.
Inflammatory infiltrate was present in all but
one of the 102 cases of keratosis senilis and in all
97 cases of Bowen's disease. The composition of the
infiltrate is shown in tables 1 to 3. The prevalent
cell was the small lymphocyte. Plasma cells were
present in about one-third of the solar keratoses
and one-fifth of the cases of Bowen's disease.
Eosinophilic and neutrophilic leukocytes were
found in small numbers in a minority of cases.
COMMENT
The human skin is a particularly favorable site
for a study of this type. The human epidermis has
a highly distinctive morphology, its boundaries
are definite, and inflammatory cells arc practically
absent in normal skin. Also, precancerous lesions
in the form of keratosis senilis are common and
easily accessible for biopsy removal. Keratosis
senilis is practically synonymous with solar
keratosis and is invariably associated with changes
in the corium, so-called solar elastosis. It has been
claimed that the dermal changes actually are the
primary ones, and the epidermal alteration sec-
ondary (12). Although the inflammatory infiltrate
is specifically associated with areas of epidermal
change, it seemed necessary to investigate similar
precancerous lesions in which the complicating
factor of dcrmal alteration is not present. Such
lesions arc available in the form of Bowen's pre-
cancerous dermatosis, which frequently occurs on
the covered surfaces of the body. Only such cases
were included in the study in which there was no
evidence of solar elastosis. The results were prac-
tically the same as in keratosis senilis.
It seems safe to assume that the cellular in-
filtrate is in some way a reaction to the precan-
cerous epidermis. There was no significant differ-
ence in amount or composition of the infiltrate
between those cases in which atypical budding or
early invasion was present, and those in which the
epidermis preserved its normal boundaries. It
would seem that some substance emanating from
the "carcinoma-in-situ" stimulates the inflamma-
tory reaction. In line with present thinking in
cancer research, it is suggested that the response
is of immunologic nature.
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TABLE 2
Amount of infiltrate in 85 cases of keratosis senilis
and 70 cases of Bowen's dermatosis
Arbitrary Scale + ++ +++ ++++ total
Keratosis senilis 10 28 30 17 85
Bowen'sderma- 4 17 29 20 70
tosis
TABLE 3
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